Despite the large body of evidence we have today, for reorganization, repair and functional recovery after injury, the underline mechanisms for these combined processes are still unclear. This "blind spot" has negative impact on development of treatment strategies in the near future. To [2] and the classic example of "serial lesion effect" [3] , it appears that more arguments favour the theory that brain functions are widely distributed and in constant dynamic change [4] [5] [6] .
It seems also that CNS has an equipotentiality of vicarious functions. Nowadays [8] . These fundamental neurobiological processes lack absolute boundaries; they overlap and share common mechanisms in such a way that they cannot be separated within the continuum of EDA [9] . EDA can be endogenously or pharmacologically activated. Furthermore, neurobiological processes of EDA share common mechanisms with pathophysiological processes. For example, excitotoxicity, neurotrophicity and neuroplasticity all have NMDAR stimulation as their common important driver [10, 11] . Inflammation is another important contributor to neuroregeneration, stimulating neuroplasticity via trophic factors [12] [13] [14] [15] [16] 
